Unlike Vivien Tsu and Scott Wittet, we are indeed convinced that life-long immunity after human papillomavirus (HPV) vaccination is unlikely and question the relevance of mathematical models based on hepatitis B vaccination. Results from long-term follow-up are not yet available, and it remains to be seen whether a quadrivalent or bivalent HPV vaccine will elicit a response similar to that produced by a monovalent hepatitis B vaccine. Additionally, it is very likely that the observed weak cross-reactivity with types 31, 33, and 45 will require a booster injection after 10--15 years, given the current vaccination protocol.

We disagree with Tsu and Wittet\'s contention that cervical cancer is a public health problem but that HPV infections are not. It would be short-sighted to disregard the large number of cervical lesions that develop after infections with high-risk HPV types requiring surgical interventions. Since cervical cancer is caused by HPV infections, the most effective strategy to prevent this cancer, its precursor lesions, and the associated pain and suffering is the prevention of infection.

Elbasha and colleagues[@bib1] found that inclusion of men and boys in the vaccination programme was more effective than inclusion of only girls and women, "reducing the incidence of genital warts, cervical intraepithelial neoplasia, and cervical cancer by 97%, 91%, and 91%, respectively". Although the initial expense will be higher, additionally accounting for the prevention of HPV-linked cancers in men (eg, anal, penile, and oropharyngeal cancers) will make this approach cost effective. The eventual eradication, or even a drastic reduction in the rate of HPV infections, will require vaccination of both sexes.

The results of HPV vaccination of people with previous HPV 16 or 18 infection have to be interpreted with caution. Contrary to what Michele Manos suggests, any differences in cervical intraepithelial neoplasia of grade 2 or above (CIN2+) between vaccinated and non-vaccinated women were non-significant, and only 3% of the study population was both HPV 16/18 DNA-positive and seropositive.[@bib2], [@bib3]

Antibody-dependent exacerbation of viral infections seems to mainly concern specific RNA viruses, such as feline coronavirus, dengue virus, and feline immunodeficiency virus.[@bib4] Currently, there is little evidence that antibody-dependent exacerbation facilitates HPV infection, particularly since the presently available vaccines against high-risk HPV types seem to neutralise viral particles before cell entry.

Although Manos considers the eradication of HPV infections a "noble goal", the development of HPV vaccines was unnecessarily delayed by doubts about the causal role of HPV infections in cervical cancer.[@bib5] We do not have to wait for more detailed immunological studies before we start planning large-scale interventions, since they will be highly effective public health programmes. Without a strategic vision, global programmes will not be started.

We declare that we have no conflicts of interest.
